2 and papillomatosis. There was no significant inflammatory infiltrate in the dermis, and no histological evidence of virus infection. Electronmicroscopy of tissue from the heel showed no evidence of viral bodies.
Comment
We have been unable to trace a similar case and would be grateful for help in diagnosis. The baby presented first with conjunctivitis and keratitis which started at the age of 5 weeks, and the skin lesions appeared after four months. The florid appearance of the keratodermic lesions suggested the possibility of keratoderma blenorrhagica which has been reported in children (Moss 1964) , but this child has had no dysenteric episode, no urethral discharge or joint involvement, and the keratitis is not the type which occurs in Reiter's syndrome.
Reiter's disease consists of the triad urethritis, conjunctivitis and arthritis. Keratoderma occurs in only a small number of cases (Hancock 1960) .
Another possibility is a genetic disorder of keratin formation. There is, however, no family history, and though keratitis is mentioned in association with simple tylosis (Touraine 1958) neither the eye nor the skin changes of this type appear to have been previously recorded. Dr R S Wells: Francheschetti & Schnyder (1960, Dermatologica, Basel, 120, 154) reviewed tylosis and pointed out that it was only when it was inherited as an autosomal recessive trait that it was associated with abnormalities of the eye. This diagnosis is suggested in this patient by the symmetrical distribution of the lesions and their early onset. Dr E J Moynahan: This is a most puzzling case, and I wonder if there is not a disorder of keratinization, which may be triggered off by trivial infections. This might account for the unusual changes in both the skin and the cornea. It is likely that there is a genetic factor ultimately responsible. It might be worth looking at the other mucous membranes to see if they exhibit abnormal keratinization. It would seem to be a unique case. Dr A Jarrett: In support of Dr Moynahan's suggestion that these lesions may be caused by trauma, I know of one previous case with features resembling this patient which was shown by Dr A Bigham at the International Meeting in London in 1952. There were marked hyperkeratotic lesions, mainly on the palms and the soles. The suggested diagnosis of Dr Bigham's case was an anomalous type of epidermolysis bullosa. Large hyperkeratotic lesions developed as the result of trauma and were so severe as to necessitate amputation of the feet REFERENCE L H, female, aged 53 History: For the past twelve months has noticed hard, painful lumps appearing over the legs, thighs, abdomen, breasts, arms and buttocks. The lesions develop in crops of two to six and are accompanied by general malaise. During a period of two weeks each swelling increases in size and then breaks down, discharging oily material. Following this the lesions involute leaving a puckered depressed scar. It is not certain whether the development of the lesions is accompanied by pyrexia as none has been recorded during six weeks' observation in hospital.
REFERENCES
Past history: Angina of effort for five years. Mild essential hypertension and congestive cardiac failure controlled intermittently by digitalis and diuretics. Pain in calves on walking, relieved by rest. Slight polydipsia and frequency of micturition.
On examination: Active tender lesions on the upper left chest, and on the posterior aspect of the right thigh. Depressed and variably pigmented scars of healed lesions on the calves (Fig 1) , thighs and buttocks. General condition good; nutrition average; weight 8 st 10 lb. Blood pressure 200/110. Heart moderately enlarged. No murmurs heard. Thrill and bruit over both femoral arteries. Peripheral pulses reduced in legs. Abdomen obese, no palpable masses or tenderness. Optic fundi: grade I hypertensive changes but no diabetic retinopathy. Knee-and ankle-jerks brisk and equal, and no sensory impairment in the lower limbs. Investigations: Hb 91 %. WBC 7,400 (normal differential). ESR 25 mm in 1 hour (Westergren). Chest X-ray: moderate cardiac enlargement. ECG: left axis deviation. Left ventricular hypertrophy. Urine: sugar 0-75%, acetone nil. Initial blood sugar 280 mg/100 ml. Serum amylase less than 75 units/100 ml (normal). Liver function tests normal (bilirubin 0 5 mg/100 ml, alkaline phosphatase 7 units, thymol turbidity 3 units, zinc sulphate turbidity 5-5 units). Blood urea 30 mg/100 ml. Serum cholesterol 365 mg/100 ml. Total serum lipids 1,008 mg (normal 400-800 mg).
Biopsy from lesion on right thigh (thirty-six hours old) showed histological changes corresponding with those of the first stage of Weber-Christian panniculitis. The fatty tissue was widely infiltrated by inflammatory cells with polymorphs predominating in some areas and lymphocytes in others. Areas of liquefaction were present, and numerous eosinophils were seen. Treatment and progress: Following initial investigation she was started on treatment with prednisolone 10 mg t.d.s. and ACTH 30 units on alternate days. This produced marked improvement with reduction in the number and severity of fresh lesions. After two weeks the dose was reduced to prednisolone 5 mg t.d.s. and ACTH 30 units twice weekly. Hydroxychloroquine was added in a dose of 400 mg daily.
However, continued treatment with this combination failed to prevent fresh painful lesions appearing, although there was still overall improvement on the state prior to admission.
As relatively high dosage of systemic steroids seemed to be necessary for useful effect, treatment with intralesional steroid was tried, with dramatic results: 0-25 ml of triamcinolone was injected into a fresh, painful lesion on the left thigh, and complete involution took place within twentyfour hours. A lesion of similar age, on the right thigh, left untreated for comparison, was injected one week later with equally good result, and there has been no recurrence.
The mild diabetic state, which was discovered on admission to hospital, was easily controlled on chlorpropamide 250 mg daily and a 100 g carbohydrate diet, but improvement in the diabetic state appeared to have no effect on the severity of the panniculitis.
Comment
This form of liquefying panniculitis was described by Shaffer (1938) and differs from the more usual presentation of Weber-Christian disease in that the lesions are painful and tender, are accompanied by erythematous changes in the overlying skin, and break down discharging oily fluid. Also the febrile response is less marked and follows less closely the appearance of fresh lesions. As this patient is a diabetic, we have tried to speculate on the possible relation of these two conditions in our patient. The finding of a raised blood cholesterol and raised serum lipids could be attributed solely to her diabetic state, and do not necessarily suggest any specific increase in circulating lipolytic enzymes. Histologically, there are no changes to indicate an underlying vasculitis, and the large numbers of eosinophils would probably fit with an allergic process of some sort. It is very likely that the diabetic state has in some way increased the necrobiotic element of the condition, as in granuloma annulare occurring in diabetic subjects.
The beneficial response to systemic steroids has been noted previously, but we have been particularly impressed by the dramatic response to intralesional steroid injections. (1938) . My patient was different from the one shown today in that the lumps were without pain or tenderness, there was certainly no fever, there was no response to a course of prednisone; moreover, although there were single scattered lumps, many, in my patient, were in confluent masses, in parts zosteriform. There was no evidence of diabetes and the condition appeared to settle spontaneously in the course of a few weeks.
The following cases were also shown: 
